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MR R OMEEE  (30) : PGRN KO mice exhibited lipid abnormality such as higher plasma
triglyceride and lower ability of HDL to take up cholesterol. In addition, we crossed PGRN
KO mice with ApoE KO mice to generate PGRN-/-ApoE-/- (double KO, DKO) mice. DKO
mice showed much more pronounced atherosclerosis compared with ApoE KO mice.
Moreover, PGRN concentration in the blood collected from the culprit lesion in the acute
phase of ACS was lower than that in the peripheral blood and in chronic phase of ACS,
suggesting that PGRN might be associated with the plaque stability.
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